Prospective studies show that exclusive breast feeding protects genetically-predisposed human infants from developing eczema and other atopic allergies.1 2 The mechanism is not known but it is likely to be more complicated than simply avoidance of antigens, and there is reason to believe that it is antigen-non-specific, influencing the responses to many antigens.3 4 After showing that milk of ovalbumin-sensitised mothers suppressed the IgE antibody response in suckled young Hooded Lister (HL) rats,5 Jarrett and Hall suggested that this might explain the observation in human atopics, but this is doubtful as the effect in rats is antigen specific. We have therefore investigated the effect of feeding supplements of a cows' milk preparation to HL rat pups on their subsequent IgE 1 , experiment 2). These differences did not result from the observed interlitter differences of IgE response. Fewer of the control rats had dithiothreitol-resistant haemaggluninating antiovalbumin antibody (presumed IgG) than did the supplement-fed animals ( Fig. 2 and Table 1 ).
In 16 supplement-fed rats, and 14 controls injected with 10 ,ug ovalbumin, the IgE responses were similar; the agglutinating antibody titre was (Table 2 ).
Discussion
Our new finding, of increased IgE response after feeding cows' milk-based supplements, is antigen non-specific in that the response to ovalbumin was affected although the feed did not contain it. In this characteristic it is consistent with the clinical impression that the exacerbation of atopy which results from supplements of cows' milk feeds to human infants is antigen non-specific and unrelated to maternal sensitisation. The rat system is profoundly different from human atopy in that it depends on a dose-dependent adjuvantised injection of antigen, but the IgE antibody produced has similar skin sensitising characteristics as human IgE.
One possible mechanism for the antigen-nonspecific effect of supplements on the IgE response in human atopics is absorption of very low doses of normal environmental antigens, with increased amounts of endotoxin adjuvant resulting from the altered intestinal flora associated with the use of such supplements.10 It is possible that the increased IgE response resulted from other aspects of the experiment-such as the gavage-but the lack of such an effect in the experiment using a higher dose of antigen provides somne control for this. The ideal control, gavaging with rat milk, was not possible. The considerable mortality of the gavaged rats is unlikely to explain the differences; if the deaths were anaphylactic, vulnerable animals would have been selected which would have reduced the effect presented. It is likely that such deaths were due to physical injury, observed in some, because most deaths occurred in the first week before sensitisation was likely to have developed.
In the group receiving the lower dose ofovalbumin, supplementation led to a similar higher IgG The following articles will appear in future issues of this journal: 
